Symptom severity was rated every 24 h using a rating scale modified from the Horsfall- 134 Barratt scale (S3 Table) [31]. This method allowed for direct comparison of symptom severity 135 between species with diverse physical characteristics and symptom phenotypes. To prevent the 136 possibility of rater-to-rater variability all symptom severity ratings were made by the same 137 individual.
138
Inoculation experiments were repeated three times with three replicates of each treatment 139 or treatment combination per experimental repetition (n=9). Data were analyzed with experimental 140 repetition treated as a random blocking factor and blocks within each repetition treated as a random 141 factor nested within experimental repetition. Plant species and fungal isolate were both considered 142 fixed effects.
143
Trypan blue staining and microscopy. 231 and output from PROC UNIVARIATE were used to assess normality of the data. Data were 232 transformed as necessary to best approximate the normal distribution using the DIST= option in 233 PROC GLIMMIX. Reported values were back-transformed using the ILINK option. The ANOVA 234 F-test was used to determine contributions of fixed factors to variability in the measured response 235 variable(s). Additionally, pre-planned orthogonal contrasts were used to compare between specific 236 fixed factors.
237
Use of the symptom severity rating scale resulted in data with a non-normal distribution 238 that could not be corrected through common data transformations available within PROC 239 GLIMMIX. Consequently, a Friedman's two-way analysis for block designs was employed [38] .
240 For each experimental repetition, the symptom severity for each data point (species by treatment) 241 was ranked within blocks previously defined during experimental set-up. The resulting ranks were 242 assessed for normality and agreement between experimental repetitions. The rank data from each 243 experiment repetition was then pooled and analysis of variance was performed with the rank output 244 as the response variable and both repetition and block(repetition) as random factors.
Results
246 Characterization of the Clarireedia sp. infection process on natural 247 and model hosts.
248

Microscopic characterization of infection at various time-points following inoculation was
249 similar regardless of host (Fig 1) . As early as six hours-post inoculation, Clarireedia sp. hyphae 250 were observed growing along cell walls ( Fig 1A) and initiating host penetration through infection 251 pegs ( Fig 1A) and stomata ( Fig 1B) . This resulted in extensive colonization of host tissue, 252 particularly xylem, shortly following inoculation (Fig 1C-E) . Host cell penetration and 253 colonization continued for at least 72 h. Dead host cells, as indicated by trypan blue staining, were 254 observed at minimum of 48 hrs after inoculation (Fig 1J-K) . Differences in the infection process 255 were not observed with the four Clarireedia sp. isolates used in this study. 
272
Symptoms of Clarireedia sp. infection were similar in monocot hosts, but differed in the 273 dicot host Arabidopsis thaliana (Fig 2) . Inoculation of creeping bentgrass plants resulted in 274 bleaching and necrosis of the inoculated leaf area (Fig 2F) . Within this area, individual leaf blades 275 with hourglass shaped lesions of white-gray tissue surrounded by reddish-brown borders were 276 identified (Fig 2E) . Similar lesions were observed on the four model monocot hosts (Fig 2A-D) . 
